ABSTRACT Bilateral lower motor neuron type facial palsy is an unusual neurological disorder. There are few reports that associate it with the human immunodeficiency virus (HIV) infection on initial presentation. A 51-year-old married woman, who was previously healthy and had no risk of HIV infection, presented solely with bilateral simultaneous facial palsy. A positive HIV serology test was confirmed by an enzyme-linked immunosorbent assay test. Following a short course of oral prednisolone, the patient recovered completely from facial palsy in three months, even though an antiretroviral treatment was suspended. Exclusion of HIV infection in patients with bilateral facial palsy is essential for early diagnosis and management of HIV.
INTRODUCTION
Unlike Bell's palsy, bilateral facial palsy (BFP) is an uncommon cranial neuropathy. It has been associated with various aetiologies, including human immunodeficiency virus (HIV) infection, and can be its harbinger.
CASE REPORT
A 51-year-old married woman who was previously healthy suddenly developed bilateral and simultaneous lower motor neuron type facial palsy one week prior to presentation. She appeared healthy and had no fever. A general systematic examination was unremarkable and BFP was the only neurological disorder demonstrated. Enhanced computed tomography of the brain was unremarkable. Cerebrospinal fluid (CSF) analysis revealed an opening pressure of 1,323.89 Pa, a total white blood cell count of 8 × 10 6 cells/L (all lymphocytes), red blood cell count of 10 × 10 6 cells/L, CSF protein of 0.89 g/L and CSF glucose of 3.05 mmol/L (blood glucose of 7.22 mmol/L), and no neoplastic cells. A neuro-electrophysiological test demonstrated axonopathy of both facial nerves but normal neurophysiologic results in all peripheral nerves.
An anti-HIV serologic test (enzyme-linked immunosorbent assay) yielded a positive result. Rapid plasma reagin and Treponema pallidum antibody tests were both nonreactive. Serum toxoplasmosis and cryptococcal antibody tests showed negative results. The patient denied that she had been exposed to any HIV risks. Total CD4 count was 4.12 × 10 8 cells/L (16% of total lymphocytes). Results of the patient's HIV viral load test were not available. Immune-mediated facial neuropathy related to early HIV infection was provisionally diagnosed and oral prednisolone 1 mg/kg/day was prescribed for seven days. The patient experienced complete recovery of facial muscle power at the end of the third month, although no concomitant antiretroviral therapy was initiated. 15 months after the onset of BFP, the patient remained well with an increase in total CD4 count to 4.82 × 10 8 cells/L (18% of total lymphocytes).
DISCUSSION
BFP represents only 0.2%-3% of facial paralysis cases.
(1) Common aetiologies of BFP are various infections and immune-mediated disorders, including herpes simplex type 1 virus (HSV-1), EpsteinBarr virus, Borrelia burgdorferi, Guillain-Barré syndrome (GBS) (2) and sarcoidosis.
(3) However, facial palsy associated with HIV infection has rarely been reported; (4) only 0.9% of BFP patients revealed HIV infection.
(5) The development of either unilateral or bilateral facial palsy at any point during the course of HIV infection was found to be related to host immune status. (6) During seroconversion, a wide range of neurological disorders were reported, including cranial neuropathy, and most cases involved facial neuropathy. (7) In contrast, opportunistic infections of the nervous system and neoplasms such as HSV-1, herpes zoster, tuberculous or cryptococcal meningitis and lymphomatous meningitis were commonly associated with advanced HIV infection. (4, 8) Evidence is inconclusive on the optimal treatment for BFP in HIV-infected patients. A short course of oral prednisolone has been advocated by some authors. (9) Similar to cases of Bell's palsy, most BFP cases occurring during the seroconversion phase of HIV infection had a satisfactory response to oral prednisolone. Spontaneous complete recovery has also been observed. (10, 11) However, studies have not confirmed the benefit of antiretroviral therapy.
This patient reported herein had no prior HIV risks and may have acquired the infection from heterosexual sexual contact. Her neurological presentation was rare, as the BFP was simultaneous and occurred without other associated symptoms. There was no prodrome of systemic viral infection or aseptic meningitis, which were reported in previous studies. (4, 10, (12) (13) (14) The patient's CSF profiles were similar to those usually found in GBS; however, the electrophysiological results did not fit the diagnosis of classical GBS. Therefore, a cranial neuropathy variant of GBS might be possible.
In conclusion, bilateral facial neuropathy frequently indicates catastrophic aetiologies that require further investigations, as systemic infections and immunological disorders are often involved. Early diagnosis and management of these disorders is medically crucial.
